. 312 - 2006 8 9 4 Chin J Lung Cancer, August 2006, Vol. 9, No. 4

DOI: 10.3779/j.issn.1009-3419.2006.04.02 . .

c-fos VIP
VEGF

[ ] (VIP) )
. fos s VIP (SCLC)
(VEGF)mRNA . RT-PCR VIP SCLC
H446 ¢ fos  VEGF N cfos (ASO) cfos s
cfos VIP  VEGF . VIP cfos  VEGF  H446
. ¢ fos mRNA vIp 2h  4h . vIP 0h (P<<0.0D),
VIP 8h 16 h ,VEGF mRNA , VIP 0h (P<C0.01), cfos
ASO vIp VEGF (P<<0.01), vIp cfos
, VEGF mRNA , ) .
[ )| o fos
[ 1 R734.2

¢ fos antisense oligodeoxynucleotide reduces VIP-induced upregulation of VEGF expression in small cell lung can-
cer cells ZHAO Zhengyuan, CHENG Qingshu , LI Xiaofei, WANG Xiaoping , LIU Kun. Department of
Thoracic Surgery, Tangdu Hospital , Fourth Military Medical University, Xi’an, Shaanxi 710038, P.R.
China

Corresponding author : ZHAO Zhengyuan » E-mail . zhenyuan@ pub. xaonline. com

[ Abstract] Background and objective It has been known that vasoactive intestinal peptide (VIP) has the
effect of promoting the growth of some malignant tumors, but its mechanism is not clear. The aim of this
study is to use ¢ fos antisense oligodeoxynucleotide (ASO) to block ¢ fos expression and to explore whether ¢
fos can directly regulate VIP-induced VEGF expression in small cell lung cancer (SCLC) cells. Methods FEx-
pression levels of ¢ fos and VEGF genes were detected in SCLC cell line H446 treated with VIP by RT-PCR.
After ¢ fos ASO was added to the H446 cells, the change of VEGF mRNA expression level was analyzed. Re-
sults Administration of VIP resulted in increased expression of ¢ fos and VEGF mRNA in the H446 cells.
The expression of ¢ fos mRNA reached the peak level at 2 h and 4 h after VIP treatment, which was signifi-
cantly higher than that at 0 h (P<C0.01). Whereas, the highest expression level of VEGF mRNA was ob-
served at 8 h and 16 h after VIP treatment, which was significantly higher than that at 0 h (P<C0.01). ¢ fos
ASO significantly reversed VIP-induced upregulation of VEGF mRNA expression (P<C0. 01). Conclusion
VIP can increase the expression and secretion of VEGF in lung cancer cells by activating the transcription fac-
tor ¢ fos, then promote the angiogenesis of lung cancer and thus play an important role in the pathogenesis of

lung cancer.
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